Although the left atrium is normally separated from the oesophagus only by the pericardium, oesophago-atrial fistulae are rare, especially in benign disease. Only six cases have been reported'. Here we describe a fatal case in a patient who had been taking tetracycline.
Case report
A 73-year-old woman presented following a fall. She felt that her hips had given way. There was no loss of consciousness but she had been unable to get up again for 20 min. She had been feeling tired and unwell for a few days and the day before she had been started on tetracycline hydrochloride by her general practitioner. She denied any indigestion. Three years earlier her legs had become swollen and she was found to have mainly right-sided heart failure with signs of tricuspid regurgitation. She was started on frusemide, amiloride and isosorbide mononitrate and improved but within 6 months she developed complete heart block. Cardiac catheterization showed proximal occlusion of a dominant right coronary artery. A dual chamber (DDD) pacing system was inserted via the left subclavian vein.
On examination following the fall she was unsteady when standing and unable to walk but no other new abnormalities were found. She was admitted to hospital. The next day she became pyrexial and developed cellulitis on the lower legs. A urine specimen showed frank pus and a coliform was cultured. Penicillin, flucloxacillin and gentamicin were given intravenously and there was a rapid clinical improvement.
Two weeks later her left arm became oedematous and dilated veins appeared over the left shoulder. Venography showed complete obstruction of the left subclavian vein from the axilla to the superior vena cava. Intravenous heparin was commenced but 2 days later she passed some 200 ml of fresh blood per rectum. The anticoagulant was stopped but within 2 hours she vomited fresh blood and 2 min later lost consciousness and became pulseless. Attempts at resuscitation were hampered by bloodflowing into the mouth and the patient died.
At necropsy fresh blood was present in the mouth and oesophagus. Just below the level of the tracheal bifurcation was a 50 x30 mm ulcer in the anterior oesophageal wall with abundant overlying blood clot. The edges were flat and undermined with a clean ulcer base. There were dense adhesions between the oesophagus, left atrium and lung. A small round hole was present in the ulcer base through which a probe passed easily into the left atrium. The stomach, duodenum and large bowel contained fresh and altered blood. Histology showed a benign active chronic oesophageal ulcer. The adjacent mucosa was extensively autolysed precluding comment on its type.
Discussion
Oesophago-atrial fistulae may present, as in this case, with a massive haematemesis or with neurological features resulting from food emboli which are thought to enter the left atrium during regurgitation". In the absence of cardiac failure, pressure within the oesophagus may not be very different from that within left atrium and small haematemeses may precede the fatal one. A haematemesis in combination with evidence of cerebral emboli might suggest the diagnosis but, being so rare, the condition is unlikely ever to be considered. A long history of oesophagitis is usual and some consider repeated insults to be a prerequisite for fistula formation as this will cause the oesophagus to adhere to the pericardium and left atrium". In our patient there was no history of oesophagitis.
Sumithran et al. 3 Primary carcinoma of the cystic duct is rare. To diagnose a case, the strict criteria put forward by Farrar should be fulfilled: (a) the growth must be restricted to the cystic duct; (b) there must be no neoplastic process in the gall bladder, hepatic or common bile ducts (CBDl; (c) a histological examination of the growth must confirm the presence of carcinoma cells'.
Using these criteria 23 cases have been reported in the literature"•. We report another case with some unique features.
Case report
A 55-year-old woman presented with 3 week history of right hypochondrial pain, jaundice, itching and anorexia. Examination revealed a tender gallbladder mass, her haemoglobin and WBC were normal. Serum bilirubin was 1381£molll (normal range 3-20) and alkaline phosphatase 1035 Ull (normal range 30-85).
Abdominal ultrasound showed distended gallbladder with no calculi, a 2.5 x 1.5 cm mass in the cystic duct involving and obstructing the common hepatic duct (CHDl, dilated intrahepatics and normal liver (Figure 1 ). Percutaneous transhepatic cholangiography (PrC) showed dilated intrahepatic biliary tree down to the confluence of both hepatic ducts and a curvilinear compression along the lateral aspect of the CHD, a picture similar to Mirizzi syndrome (Figure 2) .
At laparotomy, the gallbladder was distended and a 2x2.5 em tumour was found at the region of the confluence of cystic and CHD with gross dilatation of both hepatic ducts.
suggested that this may have resulted from Slow Kbeing obstructed in its passage down the oesophagus by an enlarged left atrium. The only predisposing factor for oesophageal ulceration in our patient was that she had received tetracycline on the day before admission" and we wonder whether a similar mechanism might have occurred. 
